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cironto brucellosis is quite frequently observed in endemic centars -- from
45 to 75 percent of the cases (Ragoza)., Ascording to our data, 60 percent of the
cases are chrenic brucellosis. )

As we know, symptems of chronic brucellosis are detected after the onset T
of acute and gipacute stages. In gensyal, the scute, subacute, and ohropio
stages indicate protesn mapifestations. Exmserbation of shronic brucalloeis and
transition of the pathogenic procsss % an agute stage are also possible, The
ohief symptomz of ohromio brucellosis are ity protacted course, clinically
seynptamatic, frequent negative agglutination resction, and extensive dystrophic
and inflassmtory processes: in N organe and tigsues resulting in solerosis. The
tendency of the inflammatory prodess toward frequent éxacerbation is typlosl. As
. shown by morphological gtudies, definite solerotic changes appear 6 monthe after
the onset of tho diseasd. Based on the above Findings, it oan bo assumsd that
@ this evolution of acute brusgllosis m!:_o‘m'ohrouic form talms- place during this
period. ) ' .

It 1s extremely d1fTloult to dimgnose ohronic brucellcais because the clini-
cal eymptoms are uncertain and the Wright reaction is variable. Since the Wright
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reaction is often negative, olinical data _rmin the basis of diagnosis.
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In the chronic stage, either a slow fading out of protective reactions vwith
an inorémseé In general intoxioation sets in or there 1z an incremss 1.’ zepersl
reolstance with a lowering of local remistance in Individual orgens. This con-
dition is a prerequisite for localized infection. . . .

We obtainad 20 sectiona from cases 40 to 60 years old, who died of bru-
cellogle after 6 months to 3 years.

The folloving forms of bruce¥lpeis wers observed: 1) nonreactive or
cachectic; 2) lmmunoresctive or visderal, .

The ronreactive {cachectic) form of brucellosis is illustrated by the
following exsmple; Patlent XK., 45 yeara old; died after s cne-month atay in the
hospital. Chronis brucellosis, brucellar meningitis and central pnewmonia were
clinically estallished, The patient, a veterimary worker, wae in frequent con-
tact with animals with brucellosis and included unprocessed dairy products in
nis diet, He contrasted acute brucellosis 9 months earlier vith fever and pain
in the joints., After a shart remission, the disease took & chronic course. A

Aubfebrile tasperature was noted with paine in the small of the back and the

'*‘,\-Z’ large joints, vhich confined the patient toc bed. An enlargement of the liver,

o hypoohramic anemia, and leukopenis with relativs lymphooytomis were obesrved,
The sedimentation rate wvas eccelerated, The cercbrompinal fluid specimen in-
dicated a positive Nonne-Apelt and Fandy reaction and 3 psrcent of albumin, The
sostion showsd a definite general exhaustion with ctrophy of ths parenchyma and
sclerosis of the stroma of the internal organs. The cause of death was deter-
mined as serous meningitis and pneumonia which developed in the final stage of th
digease,

The nonreactive (cachectic) form of chromic brucellosis 18 charaocterized
by ite protracted course. The clinical eymptoms indicated lingering fever, pains
in the bones and Joints, enlargement of the liver and spleen, progressive anemia
and cachexia, Cachaxia cen ocour with or without edema, With this background
intercurrent diseases are apt to develop: central pneumonia, sepeis and tubercu-
losis. Histologically, marked dystrophia of ths organic parenchyma and vascular
and endoorine systems, with round cell, inflammstory infiltration of interstitial
lsminae, and subsequent solerosis are observed,

Dmunoreactive attacks of chronic brucellosis occur in the form of recurrent
septic and vimceral brucellosis.

Recurrent septic brucellosis is illusirated by the following ocase:

Patient L., 20 years old, official of the War Office, became 1il with bru-
cellosis o year ago. Fever, general malaiee and a positive Wright reaction in
1:200 were noted. Iater the brucellosis ran a chronic cowrse vith periodic acer-
bations, On admission to the hospital, patient complained of a high fever, which
had developed 3 days previously, sudoresis, Leadsche, pains in the Joints, and
asthenia, Clinical symptoms of high fever, weak, rapid pulse, dull heart tone,
tachycardia, shortpess of lreath, and enlargement of the liver and spleen were
obeerved. Some months after hospitalization, patient iied from increased cyanosis
and heart fallure. ‘

Blood analysis on T Pobruary 1945: Hb 65 percent; erythrooytes 3 ,860 510_7;
color index 0.8; leukooytes, 2;100; "p." 3; a, 17; lymphocytes T7; sedimentation
rats, 30 millimeters per hour.

Clinical diagnosis: exacerbation of chronic brucelloais.

The cause of death was determined as & collaspse dus t. infecticus toxic
origin, .
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Histologically, diffused interstitial (histioayﬂf‘) myocarditis znd hepatitis,
catarrh, henorrhagic l,ynpha.denitls, and infectlious splenitis with hyperplasmia in

blemm . ccamdd ey S n-.34 Y miwse d-ovma sem AnAdamndod
Wil TS TICULS -0 hiolisl SFEICm VOUe LDALTATSU.

Hence, recurrent septic brucellosis 1s & flare-up of a chronic process. This
type of infectlion is manifested by high temperatwre of the undulsnt or sporedic
form, sudden enlargement of the liver and apleen, disruption of the hesxt, blood
vessels, motor apparatus, and vegetative endoorine system. Mornhologically bru-
celloals indlcates a camblned form of histlocytlc myocarditis end hepatitis, and
also of progressive, hemorrhsgic lymphadenitis &rd splenitis. Infiammatory chenges
in the nidl may elso be obagerved in the suprarenal and vegetative nerve ganglia,
vhich, cambined with the disruption in the cardiovasculsr system, cen cause death
dmw to collapse,

The clear manifestation of the clinical symptme of recwrrent meptic bru- .
cellosie and the peouliarity of the morphological reactions (histicoytic mro-
liferation and hemorrhagic edema) indicated the lmportance of allergies in these
dases.

Vigceral trucellosis is characterited dy the prevalence of organic disesses
of the central nervous, hepatc-lienal, and cardiovsscular systema. Affection of
ths central nervous system 1s most frequentily obeerved in the ohronic stage. The
symptoms are manifesied by newrasthenie cr psychasthenia (Serafimov) or may re-
semble meningltis, meningo-sncephalitis and, less frequently, myelitle (Oohinur,
Roger and Pourcines). Neurological amp‘fma develop against & backgrownd of
genersl brucellosis infection.

Histologioally meningitis is a'diffused, sero-lympho-histiocytic disease.
The pia mater is swollen, dull and of a ¥altish color. Greyish ganglia, the size
of a pin bead, and isolated subarachnoid hemorrhages are found in it. The in-
flamma tory process usually begins in the pia mater and subsequently spreads into
the cershral tissue. Encepbalitic brucellosis may be centralized (more frequently)
or diffused. thder the microscope, ganglia composed of micoglia with a con-
siderable number of histiocytes ere found in the cerebral cortex, its white matter,
anpd in the subocortical ganglia.

Myelitis 1s acoompanied by degensratiom of nsrve cells in the gray matter
of the spinal ocord, decay of the myelin and nexve fibers, and also by the develop-
mont of centers of perivascular, round-cell, inflammatory infiltration. Ite
ocourse is accentuated in the region of the cervical and lumbar procegses and leads
t0 a lateral disturbance of the spinal cord vith subsequent parslysis of the limbs
and rectal and vesical sphincters.

Hepato-lisnal syndrame is vell defined in the majority of chronic brucellosis
cases. The enlargement of the liver and spleen, ascites, jaumdice, and exhauwstion
can be clinically determined; hemorrhagic diathesis can also be noted. Histo-
logically, the hepatopathy presents symptoms of mixed cirrhosis. The onset of the
dizease 1s marked by serous inflammation of the liver and multiplication of
Kupffer'e cells. Progressive inflammation follows. Dystrophia and degeneration
of hepatic parenchyma occour simultaneously. The degenerated parts of the hepatic
lobuled are replaced by nev granulsr timsuea camposed of epithelloid, hiastiocoytis,
2nd lymphoid sells. In the finsl =ztege of cirrhosis, the atrophisd hepatic lobes
are swrrounded by streaks of fidtrous comnective tissue, infiltrated lymphooytes,
and plasmooytes,

Hyperplasia of the cells of the reticulo-endothelial system may be seen in
the splaen. Collagenic changes take place in the reticular setrama., 8idero-
fitroup ganglia may appear in the replacement of degenerated tissue indicating
comnective tiseue Impregnated with calcium and iron. Due to fibrous legeneration
the lymph follicles of the spleen decrease in number and volums.
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The course of ca.rdiac brucelloaie 1s the same as that of om-onio baoterial
endocarditis combined with interstitial and, more rarsly, fibro-hemorrha.gic ' N il

pericarditis. The foliowing case ls clted ss an exampls of pericardial bru-
cellosis.

Patient K, 59 years of age, had suffered from brucellosis for 1) mouths,
The disease began vith an acute attack and a high tempevature in August 1945,
On admiussion, he ocmplained of vertigo, pains in the cardiac region, shortness
of breath, and evellings in the lower half of the body. It was found that he
had had recurrent angine and had been 2 typheld carrlier in the peat.

$linjoal sympioms vere manifested by eystolic sound in the upper region of
the acrte and dlastslic sound under it; heart sounds wvere dull and the heart was
dilnted, Svelling of the lover limbs and ;scites vere prement.

Blood analysis disclosed acute anemis (Hb 33 psrocemt; erytarocytes 1,360, 000) : e B B
and mutrophil leukooytosis. g :

Death wvas due to incressed weakness of the heart astion.

4 pathological diagnosis revealed chronic brucellosis; Brucellar pancarditie,
polypous, ulcerative endocarditis of the acrtic valve; interatitul nyoocarditis
T snd Iibrohemorrhagic pericarditis; chronic hyperplasia of the spleen; congested

) 1liver, ascites, snssarcs; exacerbation of bilateral, spd apioal tuberouloais.

An inflasmatory infiltration of histiooytee with an admixture of eosinophils
and nlasmngytes vas noted in the tissus of the aortic walve., fThe superficial lswexs
of the valve had become nuscrotic with a considerable deposit of fibrin end
potrification centers. Against a background of reticular sclerosis, a sentralized,
histiocytic proliferction around the vessels was observed in the myocardium,
Mioronesrosis centers wore found in the pericardium as well as moderate round-cell
ard histiocytic inflammatory infiltrations.

Eéar{ disease in cases of brucellosis is frequently the cause of death. As
a8 rule, it appears in the form of subacute or chronic endoocarditis affecting the
_aortio and aitral valves and develops into the subacute or chronic stage of bru-
cellosis. It is frequently combined with disemse of the central nervous system
as the result of embolisms and extensive vasculities. Chronic brucelloeis can
aggravate heeled tubercular centers because of the disappearence of general and
local immumity. A oase of brucellosis camplicated by tuberculosis will be re-
ported separately At a later date.

CONCLUSIONS

1. Brwellosis generally rume a oyclic course with protean menifestations
of acute, subaoute, and chronic stages depending upon the immunobiclogloal changes
in the individual, In addition, it ie poseibls to find cases indicating symptams
of ohronic bruosllosis for the first tims,

2. Clroiic trucellosis is very prevalent in endemic conters. Its progress

emerbation, general intoxication, and cachuxia or against organio diseases which
can hring about death, .
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